HLA-B7 by 50% (IC50) was 34 nM, whereas the IC50 for the SMCX peptide was 140 nM (Fig. 3B) . Thus, the significant difference in the ability of the SMCY and SMCX peptides to sensitize targets for T cell recognition is almost entirely due to the fine specificity of the T cell receptor, rather than the differences in MHC binding affinities. The SMCX peptide was also present in naturally processed peptide extracts of HLA-B7, although its abundance was only 25% of the SMCY peptide abundance (17) . Therefore the peptide epitope representing the HLA-B7-restricted H-Y antigen is derived from the protein encoded by SMCY. The location of the SMCY gene and the control of its expression fit well with those expected of the H-Y antigen based on previous work. Expression of SMCY has been detected in all male tissues tested, as has H-Y (4, 7, 19) . Deletion mapping in humans has placed the HY locus in a portion of interval 6 on the long arm of the human Y chromosome (22) , and SMCY maps to this same interval (20 The work of Cacalano et al. shows that mice lacking the mIL-8Rh, like LAD patients, suffer a marked impairment in neutrophil recruitment, and the hematological and histological changes in these mice are nearly identical to those associated with LAD. Furthermore, some of these mice suffer growth retardation and abnormal dentition (7) .
Together, these data suggest that a severe impairment to neutrophil recruitment, whether through absence of adhesion molecules or chemoattractant receptors, reduces host defense to normal bacterial exposure and leads to compensatory changes in the immune system. This conclusion leads to the more significant implication that ligands of the mIL-8Rh must be essential for the surveillance function of neutrophils, at least in mice. Apparently, none of the other neutrophil chemoattractants-for example, leukotriene B4, complement fragments, or bacterial products-enable adequate neutrophil recruitment for normal host defense in the absence of the mIL-8Rh. Dale 
